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Self-harm and depressive disorder

Sir: Ennis et al (Journal, January 1989, 154, 41-47)
found a 31% point prevalence of major depressive
episode (MDE) in their sample using DSM-III
criteria. We conducted a similar study at Reims
Hospital’s Emergency Unit with 113 deliberate self-
harm patients consulting a psychiatrist (Théret et al,
1988). A 58% point prevalence of MDE was
found using the Structured Clinical Interview for
DSM-III-R (SCID).

As discrepant results may arise from different
methods, we would like to discuss some points. The
DSM-III-R criteria for MDE are known to be more
stringent than those of DSM-III, so the discrepancy
of results cannot be explained by the use of different
classifications. In our study the cases of self-harm
were restricted to drug self-poisonings, butitis known
that the latter account for approximately 90% of the
former. The sample of Ennis et al’s study might not be
representative of the patients consultingin psychiatry
after adeliberate self-harm at Toronto Hospital, since
only 23% (71 of 251) of the patients admitted for that
cause at the Emergency Department entered the
study. The inter-rater diagnostic reliability was low
(x,=0.445)despite the use of a checklist containing the
DSM-III criteria for MDE. A standardised diagnos-
tic assessment tool would have been more appropri-
ate. Theresultsare thus of less practical value. Finally,
an astonishing statement by the authors is that
attempted suicide and parasuicide are synonymous
terms. Such an assimilation could lead to a confusion
in the definitions. Kreitman’s definition of para-
suicide (Dyer & Kreitman, 1984) does not take
suicidal intent into account, so that parasuicidal (or
deliberate non-fatal self-harm) people constitute a
much broader group than suicide attempters.

LAURENT THERET
J. G. PAscALIs
Clinique Universitaire de Psychiatrie
C.H.U. - Hépital Robert Debré
Rue Alexis Carrel
51092 Reims Cedex, France
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Brain white-matter lesions and psychosis
SIR: The phenomenon of late-adult onset psychosis
has long posed one of the more vexing problems in
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neuropsychiatric practice and research. Past investi-
gative efforts have focused on the relationship of this
aetiologically heterogeneous syndrome to cognitive
disability, structural brain disease, and perceptual, in
particular auditory, impairment. Miller et al (1989)
have made a substantial advance in our understand-
ing of late-life psychosis via their recent discovery of
extensive sub-frontal white matter lesions by mag-
netic resonance imaging in almost 20% of the sample
studied. The precise mechanism by which the demon-
strated subcortical frontal damage might induce a
psychotic process remains open to speculation. Like
Miller et al, we have been struck by the coincidence of
white matter disease and psychotic symptomatology.
Other examples include metachromatic leukodystro-
phy, vitamin B, deficiency, and certain cases of mul-
tiple sclerosis. We are writing to draw attention to a
hypothesis we recently put forward in an attempt to
explain the induction of psychiatric disturbance by
white matter damage (Merriam et a/, 1989). In brief,
we have suggested that deep frontal white-matter
lesions may compromise the integrity of certain cor-
ticofugal fibres originating in prefrontal cortex which
serve to inhibit the mesolimbic dopaminergic system.
Disinhibition of this system is in turn speculated to
manifest as a psychotic process. There is substantial
evidence that damage to the prefrontal cortical cell
bodies from which these fibres originate causes
pathological excitation of mesolimbic transmission
(Pycock et al, 1980). Weinberger (1987) has specu-
lated that idiopathic schizophrenia is the result of a
similar process which, although congenital, does not
manifest until the brain’s dopaminergic systems
mature and come ‘on line’. We suggest that frontal
white matter lesions may induce an acquired version
of the same process and thereby surface as a
psychotic disturbance.

Our hypothesis posits a causal cascade whereby
acquired regional brain dysfunction induces a de-
rangement of neurotransmitter systems traversing
those regions; this neurochemical alteration in turn
manifests itself as a psychosyndrome which is a phe-
nocopy of an idiopathic psychiatric disorder. The
hypothesis put forward to explain the onset of major
depression after cerebral infarction posits a similar
sequential relationship. Robinson et al (1984) have
demonstrated that the incidence of post-stroke
depressive episodes bears a direct relationship to
damage to a particular brain region, in this case the
left frontal lobe. Such lesions are thought to compro-
mise ascending adrenergic pathways and thereby
induce a depressive syndrome. We submit that the
identification of these sorts of sequential causal
relationships, whereby central nervous system
lesions evoke neurochemical alterations which in
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turn evoke behavioural abnormalities, represents a
promising avenue for the further understanding of
brain-behaviour relationships.
ARNOLD E. MERRIAM
ANGELA M. HEGARTY
Bronx Municipal Hospital Center
Room 1022
Bronx, NY 10461
UsA
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Trichotillomania

Sir: In their interesting report of a female victim of
incest with trichotillomania, Singh & Maguire (Jour-
nal, July 1989, 155, 108-109) conclude that sexual
conflicts must always be considered when assessing
trichotillomania. I would like to add two points to
this conclusion.

Firstly, the authors do not mention the presence or
absence of trichophagia (hair eating) in their patient.
This is essential to ascertain, because of the well-
recognised complication of trichobezoar. Mere
enquiry is insufficient, as evidenced by Grant et a/
(1979), who reported a trichobezoar occurring
when trichophagia was denied. At operation there
was incontrovertible evidence of recent hair inges-
tion. Enquiry into gastrointestinal symptoms,
physical examination and further investigations
where relevant should be considered when assessing
trichotillomania.

Second is the well-worn question of the role of iron
deficiency in the picas in general. This has been
debated for decades, and there are many anecdotal
reports of a dramatic response to iron therapy (e.g.
Coleman et al, 1981). However, a controlled study in
the mentally handicapped (Bicknell, 1975) did not
support the conclusions of earlier investigators
(e.g. MacDonald & Marshall, 1964) that iron de-
ficiency is aetiologic. McGhee (1980) reported tri-
chotillomania and trichophagia in two children with
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iron deficiency anemia whose behaviour ceased when
serum haemoglobin was restored to normal levels.
One had a trichobezoar, one did not. Whatever the
relationship — whether primary or secondary —the
occurrence of iron deficiency in conjunction with
trichophagia is sufficiently well documented to
indicate that a full blood count and serum iron
estimation should be considered when assessing
trichotillomania.

CAROLINE SULLIVAN
Rampton Hospital
Retford
Notts DN22 0PD
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Failure to convulse with ECT

Sir: Complete inability to convulse in ECT has
occasionally been reported (Sharpe & Andrew, 1988).
This issue has long been controversial (Freeman,
1988; Pippard & Russel, 1988). Electrical parameters
such as electrode placement, stimulus waveform,
duration of pulse train and amount of energy deliv-
ered have been discussed as possible contributing
factors. In clinical practice, the most widespread
ECT devices use sine-wave stimulus waveforms
(often modified). Pippard & Russel (1988), referring
to such instruments, argued that the effective amount
of energy delivered is probably too low to induce
seizure and a satisfactory clinical response, suggest-
ing that a constant current stimulus of 275-325 mC
lasting about 3.25 ms at pulse rate of 50-60 Hz could
overcome the problems of a minority of patients with
high seizure thresholds. Freeman (1988) agreed,
proposing the use of an ECT device which is able
to deliver 2000 mC at maximum setting for high
threshold patients.

We report a clinical observation, with a modern
brief-pulse, constant current device (Thymatron,
Somatics) on a cohort of 115 patients (age range 18—
78) for which ECT was prescribed by their consult-
ant. Energy delivered ranged from 75.6 to 302.4 mC,
with a duration of pulse train that ranged from 0.6
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